Several reports have demonstrated that different bacterial strains can adhere in vitro to human peripheral blood lymphocytes (PBL) (1, 2) . In particular, DeBoer et al. (3) have shown that Salmonella schottmiilleri binding provides a useful tool in the isolation of human lymphocyte subpopulations. Moreover, we reported recently that Salmonella typhimurium LT-2 and Salmonella minnesota R345 (Rb) and R595 (Re) possess the capacity to adhere in vitro to human PBL (4). Binding is mediated by the lipopolysaccharide moiety of the outer membrane and is restricted to T lymphocytes which bear a trypsin-sensitive binding site(s) (4). In contrast, bacterial cytoadherence does not involve other lymphocyte populations since the Salmonella-unbound fraction is enriched with B and natural killer cells (5) . In the light of the above data, we carried out extensive studies on typhoid fever with regard to the in vitro binding to human PBL of Salmonella typhosa isolated from patients. The assay was performed at different time intervals during the course of the disease. At the onset of the disease, the degree of cytoadherence was higher in patients than in healthy donors (36.5 _+ 8.6 versus 6.2 + 2.7). Thereafter, the frequency of binding progressively decreased, dropping to normal levels in the later phase of the disease (third week of chemotherapy). Interestingly, we observed in the same patients at the beginning of the disease that purified PBL carried bacteria on their surface (frequency: 9.5 _+ 3.6), thus suggesting the occurrence of in vivo binding. Moreover, when PBL suspensions were cultured in different bacteriological media to identify bacterial species, S. typhosa was isolated in all instances. The frequency of in vivo adherence overlapped the pattern observed in the in vitro experimental approach. In fact, binding dramatically diminished throughout chemotherapy and disappeared in the later phase of the disease. These data suggest that bacterial binding may represent a novel approach to investigating the mechanisms involved in the immune response during Salmonella infection.
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